The clinical and pathological findings in a fatal case of primary hyperparathyroidism presenting with a serum calcium of 6.18 mmol/itre and associated with renal vein thrombosis are described. Profound dehydration is thought to be the mechanism involved.
period.
On examination, she was grossly dehydrated with a sallow, uraemic complexion. She Histology confirmed that these nodules were parathyroid adenomas, predominantly of the oxyphil cell type. The other two parathyroid glands were normal. Sections of bone showed changes of osteitis fibrosa.
There was metastatic calcification in the heart and stomach and, although there were no stones in the urinary tract, calcium deposition in and around the tubules of the kidney had resulted in fibrosis and tubular atrophy. Special stains of the kidney showed no evidence of glomerulonephritis.
Discussion
Parathyroid adenoma is the cause of most cases of hyperparathyroidism, being responsible for about 80% of cases of primary hyperparathyroidism (Roth, 1962) . Usually only one tumour is present. Two adenomas were found in only 1% of a series of 813 cases reviewed in 1969 (Hoehn, Beahrs and Woolner, 1969) . Histologically the chief cell dominates in well over half the cases; about 3% of tumours consist largely of oxyphil cells (Woolner, Keating and Black, 1952 ). This case is therefore unusual in that two large oxyphil adenomas were found.
There has been little documentation of renal vein thrombosis occurring in hyperparathyroidism. The first case was reported by Smith and Cooke in 1940. Since then, it is believed that only three other cases have been reported in the English literature (Horowitz and Berenbaum, 1958; Pringle and Smith, 1964) Clinical reports and in all of these solitary chief cell parathyroid adenomas were found.
It is well known that renal vein thrombosis occurs in infants with epidemic diarrhoea and the mechanism is thought to be dehydration (Karafin and Stearns, 1964 
